associated with a given type of stone. No relation was found between the enzymic deficiency and the biliary cholesterol saturation index. A high proportion of biliary bilirubin monoglucuronide (over 40 %) was found in four of seven patients with low transferase activity, as was earlier demonstrated in patients with overt Gilbert's syndrome. Raised biliary bilirubin monoglucuronide was also found in three patients, out of 46, who had normal transferase but raised biliary beta-glucuronidase activity. There was no evidence that deficient bilirubin conjugation could be a consequence of gallstones: the activity of another hepatic microsomal enzyme, glucose 6-phosphatase, taken as a reference, was measured in 12 patients and was always normal. Taking into account the very high frequency of a bilirubin centre in the cholesterol stones (87 % of the cases in the present series), it is suggested that the increased proportion in poorly soluble biliary bilirubin monoglucuronide, which was associated with defective conjugation, could act as a trigger for gallstone initiation, regardless of the final composition of the stone.
Considerable improvements in our knowledge of gallstone formation have been obtained during the last few years, when the role of so-called supersaturated bile in the pathogenesis of cholesterol gallstones (CS)1-3 was proposed. In spite of this finding, however, several points remain obscure:
(1) supersaturated bile may be observed in the absence of stones ;4 (2) analysis of biliary cholesterol saturation after chenodeoxycholic acid therapy does not differentiate between patients in whom gallstones were dissolved and those in whom no dissolution occurred.5 In addition, it has been observed for years that 'pure cholesterol stones are rare: crystallisation seems to come from (or point towards) a centre at which a small amount of discolouration due to pigment may often be seen ' The mean lithogenic index was determined in the bile of 40 patients. It was of course higher in the 29 patients with CS than in the seven having PS (Table 4) . Among the patients with CS, the lithogenic index of the six with low B-GT activity did not differ from that observed in the 25 individuals with normal enzymic activity. Nor did the lithogenic index of the single PS patient having low B-GT activity differ from that of the other six individuals. 
